Relaxin was measured in maternal blood and amniotic fluid samples at 9\p=n-\40weeks and in fetal blood samples at 19\p=n-\41weeks of pregnancy. In amniotic fluid, concentrations of relaxin rose from 58 ng/1 (geometric mean) at 10 weeks to 142 ng/l at 14 weeks and declined subsequently to 55 ng/l at 22 weeks.
INTRODUCTION
Relaxin is detectable in the peripheral plasma between the late luteal and early follicular phases of the normal menstrual cycle (Stewart, Celnicker, Taylor et al. 1990 ). During pregnancy, plasma concentrations increase rapidly to a peak at 12 weeks of gestation, then fall to a level which is maintained for the remainder of pregnancy, with the exception of a trans¬ ient increase at 32 weeks (Bell, Eddie, Lester et al. 1987 ). Circulating relaxin is derived exclusively from the corpus luteum (Johnson, Abdalla, Allman et al. 1991 ) and concentrations increase in response to exogenous human chorionic gonadotrophin both in non-pregnant (Quagliarello, Goldsmith, Steinetz et al. 1980 ) and pregnant women (Johnson, Okokon, Collins et al. 1991 ) . While relaxin plays an essential role in some species (Downing & Sherwood, 1985) , its role in human reproduction is unclear. Pregnancy can be established and maintained in its absence (Johnson et al. 1991 ), but cervical compliance may be impaired (Eddie, Cameron, Leeton et al. 1990 ); thus relaxin may have a facilitatory role in the process of cervical dilatation, consistent with its ability to alter connective collagen content (Hwang & Sherwood, 1988) .
The effect of relaxin on connective tissue and its inhibitory effects on myometrial contractility (Porter, Downing & Bradshaw, 1979) led to the hypotheses relating relaxin to the origins of diabetic embryopathy (Edwards & Newall, 1988) , congenital dislocation of the hip and inguinal hernia (Uden & Lindhagen, 1988 (Fig. 2a) . In maternal blood, mean relaxin concentrations were ten times greater than in amniotic fluid, and decreased with gestation (Fig. 2b) (Koay, Bagnell, Bryant-Greenwood et al. 1985) , even in women who had undergone oophorectomy (Sakbun, AH, Greenwood & Bryant-Greenwood, 1990) , and hence have no circulating concentrations of relaxin (Johnson et al. 1991 (Hisaw & Hisaw, 1964) 
